deoxypyridoxin hydrochloride to liver-tissue samples before hydrolysis did not affect the growth of Saccharomyces carlsbergensis. All results are expressed as vitamin B6 equivalent to pyridoxin (free base). The figures represent the means of nine determinations on eacli of triplicate samples of each pooled tissue. Concentrations are expressed in terms of the wet tissue weight.
Administration of deoxypyridoxin
Thirty-five male rats were divided into four groups similar in number and initial average body-weight of 108 g. All groups were deprived of dietary vitamin B, for a period of 16 days. During the next 12 days, groups B and D received a supplement of pyridoxin hydrochloride. Groups A and B received deoxypyridoxin hydrochloride throughout the experiment. All groups were pair-fed with group A, having an average daily food consumption of 9.0 g/rat during the first 16 days, and 5.4 g/rat during the remaining 12 days. Acrodynia was well developed in groups A and B by the 16th day of experimental feeding and was relieved in group B after 5 days of pyridoxin-hydrochloride administration ; acrodynia was not evident at any time in groups C or D, which did not receive deoxypyridoxin hydrochloride. After a fast of 18 h, the animals were killed on the 28th day of the experiment. Livers were removed, pooled by groups, homogenized and hydrolysed with hydrochloric acid. The analytical results are reported in Table I ; body-weight changes are shown in Fig. I .
Vitamin B6 levels during development of deficiencies
Without the administration of deoxypyridoxin hydrochloride. Eighty-six rats were divided into nine groups similar in number, sex distribution and initial average bodyweight of 106 g. Four groups were deprived of all dietary vitamin B6; another four groups were given a supplement of pyridoxin hydrochloride and pair-fed with their corresponding deprived groups. The remaining group was fasted for 24 h and killed as an initial base-line control; thereafter, one control and one deprived group were killed, after a fast of 24 h, at the end of each of I , 2, 4 and 6 weeks of experimental feeding. Liver and carcass samples were hydrolysed with hydrochloric acid before microbiological assay. Acrodynia was apparent in only two of ten rats after 6 weeks of vitamin restriction. Experimental results are reported in Table 2 .
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With the administration of deoxypyridoxin hydrochloride. Fifty rats were divided into five groups equal in number, sex distribution and initial average body-weight of I 15 g. One group was fasted for 17 h and killed as an initial base-line control. Deoxypyridoxin hydrochloride was added to the basal diet of all groups, two of which were also provided with pyridoxin hydrochloride and pair-fed with their corresponding deprived groups. One control and one deprived group were killed, after a 17 h fast, at the end of each of I and 3 weeks of experimental feeding. In this experiment, liver-and carcasstissue samples were hydrolysed with sulphuric acid before microbiological assay. Acrodynia was evident in the deprived animals within 2 weeks of experimental feeding.
The experimental results of this study are reported in Table 2 .
Vitamin B6 levels in heart, kidney and liver tissues of control and deprived animals
Thirty rats were divided into three groups equal in number, sex distribution and initial average body-weight of 112 g. All rats were provided with the basal diet and deoxypyridoxin hydrochloride; two groups were further provided with pyridoxin hydrochloride, one control group being pair-fed with the deprived group, the other being fed ad lib. Acrodynia was evident in the deprived group by the 18th day of experimental feeding. On the 2rst day, the animals were killed after an 18 h fast and the livers, kidneys and hearts removed, pooled separately by groups and analysed after hydrolysis with hydrochloric acid. The experimental results are shown in Table 3 . such as to supply to all of the rats in each of five groups 5,1o, 15,zo or 25 pg pyridoxin (free base) respectively per rat per day for 21 days. The rats in the sixth group, receiving no pyridoxin, were injected with saline. All rats were fasted on the zIst day of the experiment for 18 h and killed and the livers were removed. After hydrochloricacid hydrolysis, vitamin B, determinations were carried out on the separately pooled liver samples. Average body-weight changes and concentrations of vitamin B6 in the livers of the various groups are shown in Fig. 2 .
DISCUSSION
Deoxypyridoxin administratio? had no effect on the recovery of rats from an acute vitamin B, deficiency, as evidenced by body-weight gains and the alleviation of acrodynia. Administration of the antivitamin did not significantly alter the concentration or content of vitamin B, in the livers of deprived or control groups. It will be noted that the ratio of the carcass content of vitamin B6 to that of the liver was remarkably constant in deprived rats, whereas it increased in control rats. This finding suggests that the vitamin is stored to a large extent in extrahepatic tissue and can be mobilized to the liver during vitamin restriction. Though the liver probably contains more vitamin B, than any other specific tissue, it should be noted that even the deficient animal contained six times as much vitamin B, in the extrahepatic tissues as was present in the liver. A study of the vitamin B, levels in carcass, heart, kidney and liver tissues suggested that the kidney loses the vitamin during deprivation to a greater extent than do the other two organs. However, the total amount of the vitamin in the kidney or in the heart is much less than the amount in the liver. It is likely that the liver-tissue concentration of vitamin B, gives a good indication of the status of vitamin B, nutriture. This was further validated by the results of the time studies, in which it was observed in vitamin B,-deprived rats that decreases in the level of the vitamin in the liver paralleled those in the extrahepatic tissues.
I953
When six dosage levels of pyridoxin were administered to rats by subcutaneous injections, the concentration of the vitamin in the liver showed a fairly constant level at an intake between 15 and 25 pg pyridoxin/rat/day, while the average body-weight gains showed no sign of becoming steady at an intake of even 25 pg pyridoxin/rat/day. It would appear that saturation of liver tissue with vitamin B, occurs at a lower level of pyridoxin administration than that required for maximal body-weight increase in the rat. Since the time studies showed a parallelism between concentrations of the vitamin in extrahepatic and liver tissues, it is probable that the extrahepatic tissues were saturated at this same level of pyridoxin administration. This finding is in contradiction to the popular belief that the intake of a vitamin sufficient to saturate the tissues is likely to provide maximal physiological effects.
